Additional Indexing Words: Intra-atrial electrocardiogram Arn Quinidine therapy THE DIFFERENTIATION of ventricular tachycardia from atrioventricular (A-V) junctional tachycardia with aberrant conduction has perplexed clinicians for many years. This dilemma has been increased since Kistin' described the frequent occurrence of ventricular tachycardias with 1:1 retrograde V-A conduction. Previously described in a review of the literature by Foster and low sodium diet, 0.25 mg of digoxin daily, and anticoagulants.
During the evening of the day after discharge, he noticed the onset of right subscapular pain. He was seen by his private physician who administered 2 cc of meralluride (Mercuhydrin) intramuscularly and an extra oral dose of 0.25 mg of digoxin because of increasing dyspnea associated with the pain. The symptoms were not relieved and he was readmitted to the hospital on June 7. On admission he appeared anxious and was having some chest pain. Blood pressure was 100/80 mm Hg; pulse rate was 144, and the pulse regular. The neck veins were slightly distended without abnormal pulsation. Moist rales were heard bilaterally in the lower part of the chest. The heart was slightly enlarged to the left to percussion. The heart sounds were regular with no variation in the first sound; an S3 gallop was present, but no murmurs or pericardial rubs were noted. The liver edge was palpated 4 cm below the right costal margin. There was no variation in the peripheral pulse volume or in the systolic blood pressure.
A 
Discussion
The problem of differentiating supraventricular tachycardias with aberrant conduction from ventricular tachyeardias has been discussed by Kistin.5 He described several features which aid in this difficult problem. The findings which suggest the presence of an A-V junctional tachycardia are as follows: (1) The tachyeardia is initiated by an ectopic or a premature P wave. ( 2) The tachycardia is initiated by a QRS complex with too brief an R-P interval to be compatible with retrograde ventricular-atrial conduction (less than 0.11 sec). (3) The QRS configuration, although abnormal, is unchanged from previous normally conducted rhythms. (4) The rate of the abnormal rhythm is identical with a previous supraventricular rhythm. (5) The P and QRS are so related that it is evident that the QRS depends on a supraventricular focus (that is, the Wenckebach pattern). (6) The arrhythmia can be slowed or terminated by carotid sinus stimulation.
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